example of how important it was to make a personal study of all the available information. Second, Mr Cox took the view that any surgeon who found it necessary to perform such an operation should reoperate at a later stage to complete antral resectionusually quite easy when the inflammation around the ulcer had settled. If this was not done, stomal ulceration was almost inevitable. Failing re-operation, the surgeon should satisfy himself that the patient understood that there was a possibility of recurrent ulceration. ECG: S wave in leads I and V5-6 and q wave in lead III.
Pulmonary
Chest X-ray showed hypertranslucent area in right middle zone with prominent pulmonary arteries. No sign of pulmonary infarction. (Table 1> and pulmonary arteriogram ( Fig IA) showed pulmonary hypertension and extensive obliteration of the main branches of both right and left pulmonary arteries. Treatment and progress: As the blood pressure was maintained and improvement continued the patient was treated conservatively with anticoagulants. Six hours after admission he had a h,ematemesis and required a blood transfusion Fig lB) . Barium meal normal. Patient now well and on phenindione only.
25.3.68: Right heart catheterization
A I B Fig
Comment
The treatment of massive pulmonary embolism is controversial. Some authorities (Paneth 1966) recommend surgical intervention, but others (Soloff & Rodman 1967) have stressed that 60% of patients who die from massive pulmonary embolism do so within the first thirty minutes. Death after this time is from recurrent embolism and conservative treatment is directed towards its prevention. Due to a haematemesis and later to the development of heparin resistance this patient was not effectively anticoagulated.
In cases where emboli are thought to arise in the pelvic veins vena caval plication or ligation has been recommended (Bergan et al. 1964) . Such procedures are not without their mortality and morbidity. Some observers (Gurewitch et al. 1966 ) report a 20% incidence of recurrent embolism following vena caval ligation due either to clot formation in situ or embolism via collateral vessels.
Complete, spontaneous lysis of clots in the pulmonary arteries within days or weeks as occurred in this patient has been described by others (Smith et al. 1964 ). This patient is on long-term oral anticoagulants to decrease the risk of recurrent embolism and prevent the development of pulmonary hypertension.
Dr Celia M Oakley said that this patient was not unique in completely resolving his pulmonary vascular obstruction after massive pulmonary embolism. Chronicity seems to follow flurries of emboli and complete recovery has been usual provided a patient survives the first hour or two and provided further emboli can be prevented from adding to the existing obstruction before it is removed by natural mechanisms.
This man was of interest because his recovery occurred virtually without the aid of heparin which had to be withheld during a crucial period after his hoematemesis. He was lucky in avoiding further and likely fatal embolism at this time. Inability to use anticoagulants provides perhaps the only justification for interference with the inferior vena cava. This intervention adds its own incentive to thrombosis and was considered but rejected in this patient.
Congestive Cardiac Failure due to Secondary Amyloidosis G M Shenfield MA BM (for Charles M Fletcher CBE MD) (Hammersmith Hospital, London) Mrs K B, aged 52 History: Presented in February 1968 with a story of increasing tiredness and weakness for three years, swelling of ankles for five months and exertional dyspncea for three months. She had lost about 7 lb (3-18 kg) in weight in the previous six months.
On examination: Signs of congestive cardiac failure with a disproportionately large, firm, nontender liver. No bone tenderness or splenomegaly. Tongue normal. No signs of carpal tunnel syndrome.
Investigations: Hb 14 g/100 ml, MCHC 32%, WBC 7,000 (normal differential, platelet count and film). ESR 2 mm in 1 h (Westergren). Urea, electrolytes, alkaline phosphatase, bilirubin, cholesterol and uric acid all normal. Total serum proteins 8-8, albumin 1-7 g/100 ml. Protein electrophoresis showed low albumin, raised a2-globulin with loss of normal y-globulin and a band of M paraprotein. This was typed as a yGL paraprotein (4 7 g/100 ml) with reduced yA (46 mg/100 mlnormal 125-425 mg/100 ml) and yM (13 mg/100 mlnormal 47-170 mg/100 ml). Urinary protein 15-2 g/24 h of which 25% was Bence Jones protein type L. The proteinuria was fairly highly selective (yG/transferrin clearance 0-11), a finding not uncommon with renal
